It is well known that in most patients, hemifacial spasm is caused by vascular compression of the facial nerve at the root exit zone from the brainstem, and there has been increasing consensus that this disorder can be relieved by repositioning the offending arteries. ' 2 Neurovascular compression is considered to be generated by elongation, tortuosity figure, B) . Measurement group.bmj.com on June 25, 2017 -Published by http://jnnp.bmj.com/ Downloaded from artery which was displaced by the elevated petrous bone. Nishi et a16 have reported that a patient with a large acoustic neurinoma displacing the brainstem had contralateral hemifacial spasm, which was ameliorated by total removal of the contralaterally located tumour. Both the abnormal elevation of the petrous bone and the contralateral mass lesion displacing the brainstem cause the cerebellopontine angle cistern to be tight and crowded with cranial nerves and vascular structures, which in turn is considered to increase the chance of vascular compression of the facial nerve. 9 The results of the present study indicate that the degree of normal variation in narrowing of the posterior fossa as evaluated by the petrous angle and pons diameter index may also affect the chance of neurovascular compression.
Neurovascular compression is considered to be generated by elongation, tortuosity, or dilatation of normal or normal variant arteries. Carlos et a19 described several anatomical variations of the posterior fossa arteries which may increase the chance of vascular compression of the facial nerve. These variations include (1) common trunk anomalies in which both the anterior and posterior inferior cerebellar arteries originate from a common trunk, (2) the posterior inferior cerebellar artery originating from high portions of the vertebral artery, and (3) the anterior inferior cerebellar artery with a proximal branching pattern.
It is concluded that the narrowness of the cerebellopontine angle cistern together with these variations of vascular anatomy are possible factors facilitating neurovascular compression in hemifacial spasm.
